In the first 2 hrs of therapy her conscious level deteriorated rapidly and next morning she was unresponsive to maximal stimulation. There was no improvement until the following day (July 17) when she showed some response to stimulation, and by the morning of July I8 she was answering simple questions. Thenceforth she made a gradual recovery and was discharged home ambulant on September 8, 1970. On admission the fundi were clearly visible, but the following morning the lenses were totally opaque. In spite of full mydriasis no red reflex could be seen throughout the next 2 days but on the morning of July I8 the fundi could once again be examined without difficulty. Fig. 2 ). The ability of the normal lens to concentrate amino-acids is impaired by incubation in a medium of high glucose or galactose concentration. Furthermore this is associated with intralenticular accumulation of the corresponding polyols and of water. Kinoshita and others (I965) have shown that this impairment may be prevented by an external medium of high sorbitol concentration. This work provides strong evidence that the harmful effects of intralenticular sorbitol accumulation is mediated by an osmotic mechanism. It is tempting to explain the temporary cataracts on a similar basis, their precipitation with treatment being due to accentuation of osmotic gradients.
Clements, Prockop, and Winegrad (I968) have proposed a model to explain the occurrence of cerebral oedema during the treatment of diabetic ketoacidosis. Dogs which were exposed to hyperglycaemia for 4 hrs and then to a similar period of rehydration with isotonic saline developed an increased cerebrospinal fluid pressure due to cerebral oedema. Furthermore this was associated with raised cerebrospinal fluid levels of fructose and sorbitol. The cause of this cerebral oedema is thus thought to be an osmotic gradient resulting from intracellular sorbitol accumulation and a fall in blood osmolality due to specific treatment. More recently, Clements, Blumenthal, Morrison, and Winegrad (197I) have demonstrated that treatment of diabetic ketosis resulted in a rise in cerebrospinal fluid pressure in five patients. Though not giving direct evidence for the sorbitol hypothesis, this does indicate that transient cerebral oedema may occur during treatment and is compatible with complete recovery.
The author suggests that unconsciousness and cataract in the present case were precipitated by oedema of the brain and of the lens resulting from the osmotic effect of a high intracellular concentration ofsorbitol and a sudden fall in extracellular osmolality due to treatment. The unifying fact of the two tissues would appear to be their permeability to glucose in the absence of insulin Pohjolas, I966; Giles and Harris, 1959 
